SUMMARY Thirty-eight infants and young children with gastroenteritis were investigated for lactose malabsorption. Each of them was given an oral lactose load of either 0 5 g/kg or 2 g/kg after which breath hydrogen excretion was measured, and each was observed to see if he had clinical symptoms of lactose intolerance. Only one patient, given 2 g/kg lactose, had clinical intolerance. His breath hydrogen excretion however was negative. Three of 18 patients given 0 5 g/kg lactose had positive breath hydrogen tests. None of these was symptomatic. Lactose intolerance in gastroenteritis was rare in our study, and the hydrogen breath test was not an appropriate technique for detecting it.
Gastroenteritis is an important cause of infant mortality and morbidity throughout the world, yet important differences in its manifestations have been noted in different populations. '-4 One of the principal clinical features of gastroenteritis, with implications for treatment, is the associated lactose intolerance which occurs. Its incidence seems to vary in different geographical areas and racial groups, perhaps in association with malnutrition and racial lactase deficiency. Lifshitz et al.5 studied 332 Mexican infants, 90 % of whom were malnourished by their criteria, and found clinical evidence of lactose intolerance in 77 %.
A study of 31 Australian infants who were biopsied early in the course of gastroenteritis6
showed reduction of small-intestinal lactase activity in 16 of them. A similar study by Davidson and Barnes7 in which rotavirus was isolated from all patients showed low lactase activity in 11 of 16 2 patients who were studied again later in their illness became negative. Fifteen patients had negative responses to the 0 5 g/kg lactose load ( Table 2) . None of these developed symptoms.
Of the 20 patients given 2 0 g/kg lactose, 8 had positive breath tests (Table 3) , and one of the 2 studied later in the illness became negative, while the other remained positive. Again, none of these patients had symptoms of lactose intolerance. Of the 12 patients with negative breath tests after lactose 2-0 g/kg, one (Case 29) had an exacerbation of diarrhoea, and tests on his stools showed 0-5% reducing substances, a result that suggested probable Although rapid resolution of lactose malabsorption occurring soon after onset of the illness is evident in some of the patients who were restudied, in others it is detectable up to 18 days after the onset of symptoms. This is in keeping with the time-course observed in the clinical study of Lifshitz et al.,5 who found about equal numbers of patients with 'early onset', 'late onset', and 'indeterminate onset' lactose intolerance. Nevertheless, our data suggest that closer study of the early days of the illness is warranted in seeking lactose malabsorption.
In distinction to the rarity in our study of lactose intolerance, which we define as a clinical phenomenon, there was a much greater prevalence of biochemical evidence of lactose malabsorption, as assessed by hydrogen breath testing. Positive breath tests occurred in 11 of 38 patients studied, and was more frequent at the higher lactose dose.
Lactulose (3 1, 4-galactosido-fructose) is a synthetic non-absorbable disaccharide observed to produce increased breath hydrogen excretion in a proportion of normal subjects. It possesses cathartic properties resulting from the production of breakdown products by the colonic flora. A recent study by Solomons et al.15 has questioned the validity of assessing suger malabsorption in gastroenteritis by means of the hydrogen breath test. They administered 10 g lactulose to 5 Guatemalan children with gastroenteritis and found a lower concentration of hydrogen excreted in the breath than in the breaths of a control group of 10 normal children similarly treated. They attributed this to variations in colonic flora or to gut motility in gastroenteritis.
However, lactulose administration may not be an appropriate way of using the breath test in gastroenteritis.
In a separate study in adults, the production of breath hydrogen after lactulose administration has been shown to vary greatly in different normal individuals. '6 In addition, anaerobic incubation of stool from normal individuals with a variety of sugars shows that hydrogen production from lactulose and from other sugar substrates do not necessarily mirror one another. This suggests that results obtained after lactulose administration cannot be extrapolated to other sugars. '7 Alternatively, if gastroenteritis does reduce hydrogen production from all sugars, it may be that in using this test we have underestimated the prevalence of lactose malabsorption in our own series. We feel that this is unlikely considering the low prevalence of symptomatic intolerance.
In conclusion, the hydrogen breath test detects biochemical evidence of lactose malabsorption much more commonly than symptomatic lactose intolerance in gastroenteritis. The prevalence of clinically significant lactose intolerance during gastroenteritis in Birmingham was much lower than that reported from tropical countries. 
